Withholding medication when labour pains are acute is harsh, and may also be harmful. Rosen (1977) pointed out that hyperventilation, which is likely to occur during contractions under these conditions, causes a fall in maternal Pa,co z. This can lead to apnoea in the periods between contractions and a fall in transcutaneous Po 2 • There is also some evidence of fetal hypoxia. The suggestion that pethidine in moderation, or epidural anaesthesia, used for pain relief in labour have any effect on the children's future development is not confirmed by our findings.
Although no significant differences were found in the total four-year-old scores according to methods of delivery, children who had been delivered by elective sections had the lowest scores (and spontaneous deliveries the highest). Three different indications for intervention could be coded for each patient, so there were more 'reasons' than patients. Among the elective sections in these analyses, hypertension and/or pre-eclampsia was given as an indication in 76% of cases. Such differences as were found are unlikely, therefore, to be directly related to method of delivery. (April Journal. p 242) about the organic basis of the posttraumatic syndrome (apparently based primarily on experimental trauma inflicted on the skulls of guineapigs and rats) would be more compelling if it was not for the fact that the post-traumatic syndrome, contrary to the opinion of Taylor and Bell (1966, Lancet ii, 178-180) , occurs in subjects who have never had a head injury.
It is difficult to understand, on the basis of what Dr Kelly writes, precisely why or how a previously healthy docker or miner who has suffered a minor injury to some peripheral part of his body develops the features of the post-traumatic syndrome due to 'demonstrated changes in the mid-brain and white matter'. I appreciate, of course, that subjects who have not suffered a head injury are not referred to neurologists or neurosurgeons so that it is understandable that such specialists would be unaware of the very frequent association of the features of the post-traumatic syndrome in litigation cases where there is no question whatsoever of any trauma to the head. Moreover, even in those litigants who develop the post-traumatic syndrome after a trivial head injury, it is quite characteristic for the complaints to be exhibited after a latent period. I would suggest that if such symptoms had an organic basis it would be reasonable to expect that such organically determined symptoms would be present immediately after the trauma to the head and not -as is so frequently the case -arise or become exacerbated at a time often very closely correlated in time to the 'letter before action' sent by the plaintiffs solicitors; and this, of course, may be anything from weeks to months after the accident. I would suggest to Dr Kelly that, where symptoms are complained of in relationship to a visit to a lawyer or when the lawyer has intimated to his client that he is going to obtain a medical report from the general practitioner or a specialist, such complaints arising thereafter reflect perhaps not so much that subject's medical role as a patient but rather his social role as a plaintiff.
Dr Kelly writes of the failure to treat the symptoms of the post-traumatic syndrome 'vigorously and with active psychiatric measures'. I must congratulate Dr Kelly on any success that he has had, My own efforts have been characterized by an utter and complete lack of success though I have noted how, following settlement, the previously intractable complaints apparently no longer require my therapeutic efforts, for the subjects disappear from my outpatient clinics. Yours faithfully HENRY FIELD 30 April 1981 A copy of this letter was sent to Dr Kelly, whose reply follows: Dear Sir, I have read Dr Field's letter with interest and would like to make the following observations.
I have not expressed 'views', I have reported on observations quoting the number of patients involved in each category that was observed, the numbers who developed specific symptoms, the numbers that returned to work before settlement, and the surprising numbers who did not return to work after settlement (April Journal, (275) (276) (277) . Since the observations do not justify Dr Field's well known views, he rejects the observations without, in fact, backing up his views with objective evidence.
Contrary to Dr Field's statement that it is characteristic for the complaints in question to be exhibited after a latent period, such has not been the documented evidence in those patients reported on in my studies. This would suggest that Dr Field's population, coming as it does, I believe, mainly from insurance companies, may be a selected one.
Finally, in answer to the question in the first sentence of the second paragraph, those symptoms that are clearly those of a reactive depression certainly may follow any injury, as indeed they do following labour and operations on the body for all sorts of causes and other noncompensation able traumata. He is futhermore quite correct in his assumption that as a neurologist I never see a positional vertigo in a hitherto healthy miner who has had injury to a peripheral part of his body. It would be interesting to know Dr Field's figures and the number of times he has met this symptom in such people.
May I repeat the explanation for carrying out this work which I gave when I delivered the first Sandoz lecture on this subject over ten years ago. Because the views expressed by Henry Miller et al. appeared to be contrary to the clinical impressions of many others, I started to carry out and I finished a prospective study of symptoms, the course and the final state of every patient referred to me since 1963 suffering from any kind of head injury; the report published was on all of those patients who developed the post-traumatic syndrome. It had been my hope that when presented with these accurately collected data, our colleagues would cease expressing contrary views unless they had made an equally long-term study and were in a position to produce figures to backup their views that appeared to many of us to be prejudices rather than the results of observations based on scientifically collected data. (Dally 1969) .It has been shown that in animals the stimulation of enkephalin receptors in the chemoreceptor trigger zone causes vomiting which can be inhibited by Nx at low doses (Bhargava et al. 1981) . It is therefore possible that the weight gain in these cases was directly related to this effect, although no mention of this factor is made by these authors.
Since noradrenalin reverses AN in animals with hypothalamic damage, which effect is suppressed by alpha-adrenergic blockers, it has been suggested that the noradrenergic feeding system is a component of the ascending noradrenergic reward system. Furthermore, activating the noradrenergic feeding system of amphetaminetreated rats by intraventricular treatment with noradrenalin also prevents anorexia (Berger et 01. 1971) . Recently, the alpha-noradrenergic agonist clonidine has been shown to cause hyperphagia and weight gain in monkeys and hence this drug was suggested as a possible treatment for AN (Schlemmer et al. 1979) .
The noradrenergic system has been implicated in the stimulation of the release of LH-RH in the arcuate median eminence region of the hypothalamus, while alpha-adrenergic blockers inhibit LH release (McCann 1977) .
This shows the possible connection between amenorrhoea and anorexia in cases of AN. Patients with AN have been found not to respond normally to exogenous LH-RH by a rise of LH and FSH in the blood Walmer et 01. 1975) . This indicates the possibility of an inhibitory factor being present to prevent the normal response. Nx increases the LH in normal subjects (Moult et 01. 1981) , which implies that the release of LH is under opioid inhibitory control. In addition, Nx was able to increase LH in cases of amenorrhoea (Blankstein et al. 1981) .
These data indicate that there are inhibitory opioid pathways involved in LH secretion; in fact, these authors further suggest that an overproduction of opioids may play a role in some cases of amenorrhoea (Blankstein et 01. 1981) .
In cases of AN there may well be an excess production of opioids. This would indicate the possiblity that the opiate antagonists may well have a role in the therapy of AN, since they would help to overcome the presynaptic opioid inhibition of LH-RH release, thus raising LH levels to more normal values.
M A GILLMAN F J LlCHTIGFELD
